he patlent, a 37-year-old Negro man, a heroin addiit, was admitted to the hospital with dyspnea, weakness, and a productive cough. He was cachectic and had a history of -inactive pulmonary tuberculosis." He was moderately cyanotic, and had grade 1 ankle edema. Engorgement of the jugular veins and hepatomegaly were noted with obvlous systolic pulsations of both the veins and liver. The apex impulse was in the sixth left intercostal space; the heart was enlarged to the right. A blowing pansystolic murmur and a mid-diastolic rumble were audible from the apex to the sternum. The second sound was single and loud. The ECG showed right axis shift, deep S waves from V2 to V., and n grade 1 A-V block. X-ray film showed marked cardiac enlargement and a dilated pulmonary artery, i~regular infiltrates in the upper twothirds of the right lung and a 2 cm cavity at the right apex.
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The phonocardiogram (PCG) without filter ( Fig  1 ) sho\ved a very large diastolic vibration coinciding with the phase of rapid filliig, reinforced by atrial contraction (111 plus IV sound). The PCG with high-pass filter (Fig 2) showed a pansystolic murmur and a summation gallop (111 and IV sounds) with a short mid-diastolic rumble.
The jugular and hepatic tracings showed a large, plateau-like systolic wave which fused with the subsequent V-A wave.
The final diagnosis was: pulmonary hypertension and tricuvid insufiiency. The systolic murmur was attributed to the tricuspid insufficiency, and the diastolic rumble was considered evidence of "rela- tive" tricuspid stenosis. Pulmonary hypertension was considered to be secondary to the tuberculous pulmonary process.
Subsequent cardiac catheterization revealed cardiac output of 4.5 liters, a cardiac index of 2.7, and an elevated total pulmonary resistance of 1025. Mean right atrial pressure was 12 m m Hg. Right ventricular pressure was 95/5-18 mm Hg, pulmonary arter~al pressure 99/47 mm Hg, and aortic pressure 90/G mm Hg. Pulmonary wedge pressure was normal (12 mm Hg). A pattern of bicuspid insusciency was present in the right atrium.
It is known that heroin addicts have a high incidence of pulmonary embolisms and also of lesions of the tricuspid valve.I4 The present case probably suffered from pulmonary embolisms (pulmonary hypertension would be caused both by obstruction related to pulmonary infarcts and by fibrosis, secondary to tuberculosis) with secondary hypertension and relative tricuspid insu5ciency. However, organic tricuspid insufficiency cannot be ruled out. As pulmonary cavities have been described in heroin addicts as a result of septic pulmonary infarcts,' an erroneous diagnosis of pulmonary tuberculosis is occasionally made. However, acid-fast hacilli were recovered from the sputum of our patient.
It should be noted that the clinical data plus ECG, PCG, and venous tracings had allowed us to make the correct cardiologic diagnosis prior to cardiac catheterization.
It is known that a tricuspid regurgitant murmur may be audible even at the apex, and that a diastolic rumble may be heard without any gradient across the tricuspid valve. Unfortunately both types of murmurs are often incorrectly evaluated.
The usefulness of jugular and hepatic tracings for the recognition of tricuspid insdciency should be emphasized.
